September 1966: Neck exploration (Mr Selwyn Taylor). Lower right parathyroid gland found to be enlarged and removed with half of a multinodular goitre in which it was embedded. Two left parathyroid glands identified, which were macroscopically normal and left in situ. Postoperatively the serum calcium fell to normal and the patient has remained normocalcwmic. Histology of the excised parathyroid gland (Dr E D Williams) showed primary chief cell hyperplasia.
Discussion
The association of acromegaly and hyperparathyroidism constitutes one of the commoner varieties of the pluriglandular syndrome (Underdahl et al. 1953) . The relationship between the abnormalities of the different glands remains uncertain. It is, however, of great interest that reduction of elevated levels of serum calcium to normal has been reported following treatment of the acromegaly (Molinatti et al. 1961 , Summers et al. 1966 ). This did not occur in our patient in whom, however, pituitary implantation produced only an incomplete remission of the acromegaly. Our patient also illustrated the extreme rarity of the bone manifestations of hyperparathyroidism when it occurs as part of the pluriglandular syndrome, though such changes have been recorded on at least two occasions (Chasnoff et al. 1942 , Cope et al. 1958 . The usual histology of the parathyroid glands in this condition is that of primary chief cell hyperplasia (Cope et al. 1958) , which characteristically affects all the parathyroid glands. The asymmetry of the process in our patient was noteworthy in that only one para-thyroid gland was found to be macroscopically enlarged. Furthermore she has remained normocalcxmic during the rather short period of followup suggesting that this gland was 'functionally dominant'. Such asymmetry of the parathyroid glands and persistent normocalcmemia after removal of the single enlarged gland in primary chief cell hyperplasia has previously been described (Adams et al. 1965) .
Hepadin Treatment of Haemolytic Anaemia and Thrombocytopenia in Pre-eclampsia L R I Baker MB MRCP and M C Brain DM MRCP (RoyalPostgraduate Medical School ofLondon) Mrs A H, aged 33 History: On 23.4.64, at the twenty-fifth week of her first pregnancy, the patient was admitted to Amersham Hospital (Mr C J Champ and Dr W B Thompson) having developed hypertension (blood pressure 180/100), facial oedema and heavy proteinuria. Hb 9.2 g/100ml, reticulocytes 3-2%; platelets appeared normal in a stained film. Over the next few days she became drowsy, oliguric, jaundiced and more anmmic. By April 29 she was comatose, had abdominal tenderness and an upper abdominal mass was palpable. Blood sugar was 1,100 mg/100 ml and serum amylase 800 Somogyi units, indicating the development of pancreatitis. Blood urea 225, serum bilirubin 2-5 mg/100 ml. Antemia became more marked, reticulocytes rising to 19 %, and the platelet count fell to 19,000/c.mm. The peripheral blood film showed many fragmented and distorted red cells. Direct Coombs test repeatedly negative.
She spontaneously aborted a macerated foetus and with blood transfusion, insulin, systemic steroids and antibiotics gradually improved. Over the next few months, blood pressure, blood picture, blood urea and urine returned to normal, but the need for 24 units of insulin daily persisted.
